Emergency cardiac surgery after recent thrombolytic therapy is associated with increased blood loss. A patient underwent emergency repair of a ruptured left ventricle after intravenous streptokinase treatment for acute coronary occlusion. High dose aprotinin was given during the operation to reduce the expected blood loss. Surgical repair was successful without bleeding complications. Total postoperative blood loss was 365 ml.
Myocardial rupture is a well recognised and frequently fatal complication of acute myocardial infarction. The Emergency coronary angiography showed a 90% stenosis in the midportion of the left anterior descending coronary artery (LAD) and although this was successfully dilated by angioplasty, she remained in cardiogenic shock. At this stage pericardial tamponade secondary to myocardial rupture was suspected and was confirmed by transthoracic echocardiography. The patient was transferred directly from the angio suite to theatre for emergency operation. Because of recent thrombolytic therapy, excess perioperative blood loss was expected. The table shows the results of her preoperative coagulation tests. On the basis of these it was decided to administer the protease inhibitor, aprotinin. After induction of anaesthesia, a loading dose of 500 000 kallikrein inactivator units (KIU) of aprotinin was given over 10 minutes, followed by 200 000 KIU per hour until the administration of protamine and the end of the operation.
After sternotomy a large amount of unclotted blood was evacuated from the pericardium with immediate improvement in the haemodynamic state. Inspection of the heart showed an extensive haemorrhagic anteroapical infarct covered with clot, beneath which there was a slit like rupture of the left ventricle (figure). After cardiopulmonary bypass was started necrotic muscle was excised and the ventricular defect repaired. Bypass was stopped with the help of the IABP and dobutamine support, but with otherwise satisfactory haemodynamic recovery. After reversal of heparin with protamine the wound bed, including the raw muscular surface of the ventricular repair, rapidly dried up. Postoperative blood loss from the chest drains was 265 ml for the first 12 hours with a total loss of 365 ml over 24 hours, after which the drains were removed. Over the next few days the patient was gradually weaned from the intraaortic balloon pump and off inotropic support. She made a good recovery, was discharged home 15 days after operation and was symptom free at follow up after two months.
Results ofpreoperative coagulation studies, after streptokinase administration tion, many of these patients will come to surgery with a high risk of bleeding. These points are all well illustrated in the present case report.
The beneficial effects of the protease inhibitor aprotinin in reducing blood loss in open heart surgery are now widely known. Although its mechanism of action is not yet completely understood two potential mechanisms of action have been postulated: firstly that it has a protective effect on platelet function, which is normally reduced during cardiopulmonary bypass7 or secondly that it has an antifibrinolytic effect through its anti-plasmin activity. The reduction in bleeding induced by thrombolytic therapy in the present case lends support to the second of these theories.
Research into the exact mechanism of action of aprotinin is continuing and its clinical applications in both cardiac and noncardiac surgery are continually being extended. This case illustrates a further indication for the use of aprotinin in reducing the potential complications associated with emergency cardiac surgery after thrombolysis.
